Renal glomerular changes are a well recognised complication of cirrhosis'-' and are frequently characterised by mesangial IgA deposition.' We report a patient with noncirrhotic portal hypertension who developed IgA nephropathy and a nephrotic syndrome with renal histological changes classically associated with cirrhosis. Splenectomy with resection of a splenic artery aneurysm resulted in remission of the nephrotic syndrome. This case illustrates the factors which contribute to the pathogenesis of IgA nephropathy in liver disease.
Accepted for publication 19 March 1990 Case report A 4 year old white boy was admitted to hospital after a haematemesis and was found on examination to have splenomegaly. He had been a normal full term delivery and there was no history of umbilical sepsis. Liver function tests and liver biopsy were normal. Splenoportography showed an obstruction to the flow ofcontrast at the hilum of the liver, and an extensive collateral circulation. Oesophageal transection was required at the age of 10 Mesenteric angiography identified the pulsatile mass as a large splenic artery aneurysm and showed an extensive venous collateral circulation.
Since the aneurysm was clinically enlarging and was associated with increasing upper abdominal pain, laparotomy was undertaken. At operation the liver was macroscopically normal; the spleen was massively enlarged and pulsatile, and a huge aneurysm was found arising from the origin of the splenic artery. Splenectomy with distal ligation of the aneurysm was performed and renal and liver biopsy specimens were taken.
Microscopically the liver was entirely normal. The renal glomeruli showed moderate mesangial expansion and excess matrix, and the capillary basement membrane showed focal thickening. Immunofluorescence showed diffuse granular deposits predominantly of IgA, as well as IgM and Clq. The changes were those of a mesangial proliferative glomerulopathy associated with IgA and IgM deposition, typical of the IgA nephropathy associated with cirrhosis.
After operation there was a striking and progressive fall in urinary protein excretion with remission of the nephrotic syndrome (Figure) . In addition, the haematuria cleared, with a fall in urinary red cell content from 500 x 106/24 hours preoperatively to normal (<1x 106/24 hours). There The present case shows that IgA nephropathy, histologically identical to that seen in cirrhosis, may occur with non-cirrhotic portal hypertension and a morphologically normal liver. The important feature of the present case is the striking remission of the nephrotic syndrome and haematuria after surgery. The pulsatile spleen and large splenic artery aneurysm suggest that the spleen was acting as an arteriovenous fistula which was contributing to the portal hypertension,'9 particularly since splenectomy and resection of the aneurysm was associated with an appreciable reduction in the size of the oesophageal varices. The remission of the nephrotic syndrome after alteration of the splanchnic haemodynamics provides support for the hypothesis that this nephropathy is causally related to shunting of immune complexes past the liver rather than impaired liver cell function and therefore contributes to our understanding of the pathogenesis of IgA nephropathy in liver disease.
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